Adipsin gene expression as assessed by mRNA amounts was examined in adipose tissue of genetically obese rats at the onset (16 days of age) or at later stages (30 and 60 days of age) of obesity. Amounts of mRNA were equivalent in obese and lean rats at 16 days of age. In adult rats, we observed a 2-fold decrease in adipsin mRNA in the obese rats compared with control lean rats, which was abolished by weaning the animals on a high-fat diet. Our data show that, in sharp contrast with genetically obese mice, adipsin mRNA is not suppressed in genetically obese Zucker rats.
INTRODUCTION
It is becoming increasingly clear that genetic influences have an important role in determining human fatness and obesity [1] [2] [3] . Therefore, findings in laboratory rodents in which obesity is genetically inherited may help to elucidate the biochemical basis of this disorder in man. Two strains of mice, db/db and ob/ob, and the Zucker fa/fa rat, whose obesity presents many traits in common with the human disease, provide suitable models. In spite of intensive research, the nature of the genetic lesion that causes obesity in these animals remains obscure. Recently, new perspectives have been opened by the report by Flier et al. [4] that the expression of the adipsin gene was suppressed in adipose tissue of both db/db and ob/ob mice. Adipsin, discovered by Spiegelman et al. [5] , has been shown to be a serine protease homologue [6] which is synthesized mainly by adipose tissue and secreted into the bloodstream [7] . Although the physiological role of this protein is not known, the severity of the defect in adipsin expression in both strains of genetically obese mice (decrease by a factor of 100) is an interesting finding with potentially great implications for the understanding of this disorder [4] . The [8] , were pooled within each litter; for older animals, fatpads were processed individually. Northern-blot analysis Total RNA from adipose tissue was extracted as described previously [9] , by using the guanidinium isothiocyanate/LiCl procedure [10] . For each RNA preparation, the absence of DNA contamination was checked on agarose gels after ethidium bromide staining. RNA samples were separated by electrophoresis through 1.5 %-agarose gels containing 2.2 M-formaldehyde, transferred to nylon membranes (Hybond-N; Amersham, Les Ullis, France) and probed with a 940 bp cDNA coding for adipsin [5] , kindly given by Dr [18] .
The present work demonstrates that suppression of adipsin mRNA is not a general feature of inherited obesities in rodents, and adipsin is therefore not suitable as a marker of genetic obesities. The full significance of adipsin deficiency in the pathophysiology of some obesities will require further investigation, and especially the elucidation of the physiological function of this protein.
